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Introduction 
Spinal cord ischaemia remains the unsolved problem 
in operations on the thoracic and thoracoabdominal 
aorta. In contemporary elective operations, peri- 
operative haemorrhage and clinically significant renal 
failure occur infrequently; however, ischaemic spinal 
cord injury remains a genuine threat. Perhaps the best 
barometer of the risk of this complication emanates 
from Crawford's monumental series of over 1500 
patients, wherein a 16% overall risk of paraplegia or 
paraparesis was reported. ~Over half of these com- 
plications resulted in complete paraplegia, which 
disallows any meaningful rehabilitation and is ac- 
companied by excessive perioperative and late mor- 
tality. 
Several contemporary eports suggests that the in- 
cidence of spinal cord injury is significantly less than 
that suggested by the original Baylor experience. 24
Indeed, those who have carried on Dr Crawford's 
work have reported the incidence of neurological com- 
plications to be 6%-8%, 44 figures consistent with our 
own experience. 8 
There is a general consensus that the clinical vari- 
ables of aortic cross clamp duration, aneurysm extent, 
emergency operations, and chronic dissection increase 
the risk of spinal cord injury during thoracoabdominal 
aortic aneurysm (TAA) operations. For instance, Craw- 
ford et al. demonstrated that the risk of cord injury 
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increased with aortic clamp duration for each type of 
aneurysm. Paraplegia was rare when clamp duration 
was <30 min but rose dramatically if >60 rain. 1 Our 
own experience with 175 patients also emphasises 
the importance of these clinical factors. We found a 
significant association between neurological deficit 
and clamp duration >60 rain, acute presentation/dis- 
section, and particularly, ruptured aneurysms (p= 
0.001). 8 Acher et al. incorporated most of the afore- 
mentioned clinical variables into a predictive model 
for neurological deficit after TAA repair, 2 and dem- 
onstrated excellent correlation (r= 0.997) between the 
predicted incidence of neurological deficits and those 
reported in 16 published series. This review will focus 
on clinically relevant strategies designed to decrease 
the risk of ischaemic spinal cord injury. 
Review of spinal cord blood supply 
Even in the non-pathological state, human spinal cord 
circulation is extremely variable, and in the presence 
of an aneurysm, additional variability may be in- 
troduced by mural thrombus or dissection. Thus the 
risk of cord injury varies even among patients with 
equivalent aneurysm extent, owing to the vagaries of 
the spinal cord circulation. 
Spinal cord circulation can be divided into two 
interconnected parts: the intrinsic and the extrinsic 
circulation. The intrinsic circulation comprises a single 
anterior and paired posterior spinal arteries which 
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travel in the anterior median sulcus and on the pos- 
terior columns, respectively. There are multiple 
interconnecting anastomoses along the lateral com- 
ponents of the cord from these vessels, but the most 
important branches are the perforating central arteries 
from the anterior spinal artery (ASA). These per- 
forating central arteries of the ASA supply 75% of the 
spinal cord substance, while the paired posterior spinal 
arteries upply the remainder. 
The extrinsic irculation comprises the radicular and 
medullary arteries and can be considered the "in-flow" 
for the intrinsic circulation. Radicular arteries travel 
with the nerve roots, and may or may not continue 
on as medullary arteries which ultimately contribute 
to the intrinsic circulation. For example, posterior 
branches of the intercostal arteries do contribute 
radicular arteries at each segmental level, but most of 
these supply only the nerve roots and do not actually 
contribute to spinal cord blood flow. 9 Also, the me- 
dullary arteries are not equally distributed. Most arise 
from the left, and more connect with the posterior 
spinal arteries than the ASA. Therefore, the circulation 
of any particular region of the cord will vary de- 
pending on how many radicular arteries actually con- 
tribute medullary components. In fact, only seven 
or eight radiculomedullary arteries upply the entire 
intrinsic circulation of the human spinal cord. 9 
The principal extrinsic blood supply in the cervical 
and upper thoracic region is provided by the vertebral 
arteries. The thoracolumbar cord is supplied by the 
intercostal and lumbar arteries, and the conus is sup- 
plied by the lateral sacral branches, which are terminal 
branches of the hypogastric vessels. 
The cervicothoracic territory has at least four genu- 
ine radiculomedullary arteries. Although the middle 
thoracic segment has only one or two radiculo- 
medullary arteries, the ASA in this region is well- 
perfused and well-developed. Experienced surgeons 
will recognise that with a proximal descending thoracic 
aortic clamp, the intercostal artery ostia in the T4 to 
T7 region are generally vigorously back-bleeding when 
the aorta is opened, indicating adequate collateral 
circulation in this region of the upper thoracic aorta. 
Alternatively, the thoracolumbar territory is at sig- 
nificant risk for ischaemic injury because this region is 
mostly supplied by a single radiculomedullary artery. 
This largest radiculomedullary artery, which is critical 
to the circulation of the thoracolumbar cord, was 
originally described in 1882 by Adamkiewicz. 1°It is 
commonly referred to as the arteria radicularis magna 
(ARM), the great radiculomedullary artery (GRA), or 
alternatively the artery of Adamkiewicz. An additional 
important concept o appreciate is the variability in 
both the size and continuity of the ASA itself. Although 
it is true that this is largely a continuous vessel trav- 
elling in the central sulcus, the vessel itself becomes 
extremely narrow in the middle thoracic region and 
often shows one or more breaks in continuity. 9'11 The 
calibre of the ASA just cephalad to the anastomotic 
point of the ARM is extremely small, whereas just 
caudal to the entry of the ARM it is relatively wide. 
This unique anatomic configuration, along with the 
acute angle at which the ARM enters the ASA, actually 
facilitates cephalocaudal blood flow. 12 The ARM enters 
the vertebral canal between the ninth to twelfth thor- 
acic vertebral segments in 75%-78% 11'13 of cases. An- 
giographic studies have shown that one or more 
intercostal arteries can contribute to the ARM. ~ It 
is also clear that in the circumstance of extensive 
obliteration of intercostal vessels in the T9-T12 level, 
as might be seen in mural thrombus in a degenerative 
aneurysm, collateral vessels are available to maintain 
the integrity of the ARM. In an animal model in which 
the intercostal rteries were divided at the aorta, Giglia 
et al. demonstrated that the internal thoracic (mam- 
mary) arteries were able to maintain spinal cord vi- 
ability during a double thoracic aortic clamp. 14 
Pathogenesis of ischaemic injury to the spinal cord 
In the presence of a proximal descending aortic clamp, 
spinal cord perfusion will depend on the calibre and 
continuity of the ASA, the presence of patent critical 
segmental vessels distal to the clamp, and the relative 
spinal cord perfusion pressure. The latter is defined 
as the difference between the spinal artery and CSF 
pressure, and is therefore inversely related to CSF 
pressure. Proximal thoracic aortic clamping can result 
in increased CSF pressure presumably secondary to 
the abrupt increase in cranial bloodflow. 15'16 Our ex- 
perience has been that this response is variable. Eleva- 
tion of CSF pressure can be seen in very proximal 
aortic (i.e. arch) clamping, but a majority of patients 
exhibit only modest changes with clamping. 1~18 Fur- 
thermore, CSF pressure thresholds for compromise of 
cord blood flow in the human are unknown. The 
assumption that spinal cord perfusion pressure is equi- 
valent to the distal (i.e. distal to the clamp) aortic 
pressure has been challenged. 19'2° Furthermore, Ka- 
zama et al. noted that cord blood flow was com- 
promised by thoracic cross-clamping only when CSF 
pressure was four times greater than baseline. 17 
Ultimately, cord injury after aortic replacement 
results from an ischaemic insult that is caused by 
temporary or permanent interruption of spinal cord 
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blood supply. However, there continues to be debate 
about the relative importance of the initial ischaemic 
insult, and the secondary reperfusion or hyperaemic 
phase which may cause cord swelling and delayed 
neurological events. Dramatic individual case reports 
of reversal of postoperative neurological deficits with 
administration of naloxone 21 or CSF drainage 22 have 
been reported. More commonly, neurological deficits 
which occur in the hours and days after surgery cor- 
relate with haemodynamic instability and suggest that 
cord circulation may be in a delicate balance in the 
initial postoperative period. Postoperative hypo- 
tension with its decrease in spinal cord perfusion 
pressure has been the most important variable in the 
development of these delayed eficits. Crawford et al. 
reported that 10 out of 31 neurological deficits in a 
series of 98 prospectively studied patients occurred in 
delayed fashion and that these deficits were correlated 
with postoperative hypotension. 23 We have observed 
hypotension-induced deficits in the setting of post- 
operative bleeding and haemodialysis, ashave others. 2
These observations strongly suggest hat the blood 
supply to the cord is in a fragile balance for days to 
even weeks after surgery, and every effort should be 
made to maintain adequate perfusion pressure in the 
days following TAA resection. Other mechanisms such 
as thrombosis of reconstructed intercostal arteries 
and microembolisation may also contribute to the 
development of delayed deficits. 
On a cellular level, many components of neuronal 
injury and death are similar to the pathophysiology 
of other ischaemic tissues, with the important ex- 
ception that neural tissue is exquisitely sensitive to 
ischaemic insults. Experimental studies indicate that 
free radical formation and lipid peroxidation lead 
to failure of ATP-dependent membrane-bound ion 
channels which maintain cellular ionic homeostasis 
and the resting membrane potential. 24 The release of 
excitatory neurotransmitters such as L-glutamate have 
been shown to exacerbate this loss of membrane po- 
tential via a toxic influx of calcium. 25 The loss of 
membrane-dependent zyme systems results in the 
inability of the cell to regulate its internal environment. 
Clinical strategies for prevention of ischaemic spinal cord 
injury 
Strategies for spinal cord protection during the course 
of thoracic and TAA repair can be divided into two 
major categories (Table 1). The first general class of 
these are methods designed to preserve relative spinal 
cord perfusion pressure. Preoperative (angiographic) 
and intraoperative ( voked potentials or polarographic) 
localisation techniques act as guides for the surgeon 
to preserve or reconstruct critical intercostal arteries. 
Distal aortic perfusion with shunt or bypasses and CSF 
drainage are designed to maintain maximal relative 
spinal cord perfusion pressure during the critical 
period of aortic clamping. Finally, intercostal and 
lumbar vessel reattachment is designed to preserve 
segmental rteries in that region of the cord where the 
origin of the ARM is most likely to be found (T9-T12). 
The second general approach to spinal cord pro- 
tection is to increase the ischaemic tolerance of the 
cord during the critical period of aortic clamping. A 
variety of neuroprotective adjuncts and pharmaco- 
logical agents have been used for this purpose with 
variable clinical success. 
Preservation of spinal cord perfusion 
Preoperative angiographic localisation. With precise ana- 
tomic information of both the segmental level and the 
relative intercostal contribution to the ARM, a surgeon 
can reconstruct or preserve the appropriate vessels 
with either bevelled suture lines or with the inclusion 
button technique. Kieffer et al. demonstrated that risk 
of neurological deficit is highest when the aortic seg- 
ment from which critical intercostal vessels arise is 
encompassed in the resection. 26Williams et al. reported 
a trend towards decreased neurological complications 
when intercostal vessels which contributed to the ARM 
could be preserved in proximal or distal suture lines. 13 
In a report from the same institution, Savader et al. 
identified the ARM by preoperative spinal arterio- 
graphy in 65% of patients in whom this technique was 
attempted, with no difference between type I, II, or III 
TAA aneurysms. 11 Their angiographic findings were 
consistent with prior anatomic studies with respect to 
the level of origin of the ARM. In 78% of the patients 
studied, the ARM originated between the T9 and 
T12 levels, and in most of these patients the arteries 
ultimately supplying the ARM were left intercostals. 
Consistent with Kieffer's data, in patients where the 
critical intercostals were not included in the aneurysm 
resection o neurological morbidity was noted, com- 
pared to 50% in those whose resection involved the 
critical aortic segment. However, except for predicting 
risk of cord injury, clinical benefit from accurate pre- 
operative localisation of the critical intercostals was 
not demonstrated in the Johns Hopkins experience. 
Frequent arguments against routine spinal angio- 
graphy are that it is very time consuming, labour 
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Table 1. Strategies to prevent spinal cord ischaemia during thoracoabdominal aneurysm 
repair. 
Maintenance of spinal cord blood supply 
Identification f critical segmental (intercostal) vessels 
Preoperative s lective angiography 
Intraoperative H2 ion method 
Intraoperative evoked potential monitoring 
Shunts and bypasses - distal aortic perfusion 
Passive internal (Gott) or external (axillofemoral) shunt 
Atriofemoral orfemoral-femoral bypass (partial CP bypass) 
Complete cardiopulmonary bypass (w/w/o circulatory arrest/profound hypothermia) 
Cerebrospinal fluid drainage 






Active (moderate orprofound - with CP bypass) 
Regional (moderate) 
Epidural or intrathecal infusion (closed or drained) 
Isolated aortic segment perfusion 
Pharmacological agents 
Neurotransmitter inhibition (naloxone) 
Non-specific neuroprotective agents (steroids, barbiturates) 
Calcium channel blockers 
Oxygen free radical scavengers 
Artificial 02 delivery (fluosol-DA) 
intensive, and is potentially morbid. However, in the 
Johns Hopkins study there was only a single case of 
transient lower extremity paraparesis and no per- 
manent complications. Other reports of spinal angio- 
graphy have also shown the risk of permanent spinal 
cord injury to be less than 1%. 27 
Intraoperative polarographic dentification. Svensson et al. 
described the use of an intrathecal platinum electrode 
to identify critical segmental arteries. Briefly, a sat- 
urated hydrogen solution injected into isolated aortic 
segments resulted in an electric current detected by 
an intrathecal electrode if the segment was in con- 
tinuity with the ostia of a critical segmental artery, as 
In a series of porcine experiments, they demonstrated 
that there was a highly significant reduction in para- 
plegia when intercostals in the aortic segment iden- 
tified to be contributors to spinal cord blood supply 
were preserved. The authors applied this technique 
clinically and were able to identify the critical in- 
tercostal segment in six of eight patients. While there 
was good correlation with this technique and post- 
operative spinal arteriography, one patient out of five 
with an identified critical segment and intercostal re- 
anastomosis did sustain a spinal cord ischaemic insult. 
While this elegant study correlates nicely with the 
available information concerning critical intercostal 
segments, its application in the clinical setting appears 
cumbersome and potentially wasteful of precious aor- 
tic clamp time. Subsequent clinical evaluation of this 
technique has not been published. 
Intraoperative voked potential monitoring. Evoked po- 
tential monitoring evaluates the ability of the long 
tracks of the spinal cord to conduct an impulse during 
the cross-clamp eriod. There are two basic techniques: 
the more commonly applied somatosensory evoked 
potential (SSEP) monitoring, and motor evoked po- 
tential (MEP) monitoring. SSEP utilises a stimulating 
electrode placed over a peripheral ower extremity 
nerve and a recording electrode placed over the ap- 
propriate cerebral hemisphere. MEP uses stimulation 
of the motor cortex or motor neurons and records 
from a peripheral muscle. Variations in the latency 
and amplitude of the recorded potentials imply isch- 
aemia in the intervening spinal cord for both tech- 
niques. A concomitant upper extremity electrode acts 
as a control for systemic factors such as anaesthetic 
agents and temperature. 
SSEP monitoring has been criticised because it as- 
sesses the dorsal (sensory) columns rather than the 
more sensitive and more clinically relevant ventral 
(motor) columns. In addition, lower extremity peri- 
pheral nerve ischaemia will affect SSEPs in most 
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patients if no distal perfusion methods are used. More 
recently, direct spinal cord stimulation with epidural 
electrodes (scSSEP) has been applied to overcome 
some of the shortcomings of conventional SSEP moni- 
toring. 29-a3 
MEP alterations have shown good correlation with 
cord injury in experimental systems, but until recently 
have required open access to the CNS which is not 
clinically applicable. 34The use of transcranial stimu- 
lation of the motor cortex to detect intraoperative 
spinal cord ischaemia has recently been reported. B5
The authors used this technique to identify critical 
intercostal rteries and to modify intraoperative man- 
agement when ischaemia was detected: however, post- 
operative paraplegia was still 15% in this series. As 
with SSEP, MEP mandates that distal perfusion be used 
because of clamp-induced lower extremity ischaemia. 
Cunningham et al. 36 and Schepens et aI. 37 have clas- 
sified the spectrum of SSEP responses that can occur 
after aortic clamping and have shown a correlation 
with postoperative cord injury. Grubbs et aI. reported 
33 patients with an overall incidence of paraplegia of 
15% compared to >70% when the SSEP signal was 
absent for more than 30 min.  as These authors correlated 
loss of SSEPs and risk of neurological injury with 
distal aortic pressure <60 mmHG, and failure to re- 
implant critical intercostals in <30min. They ac- 
knowledged, however, that their results and re- 
commendations largely applied to those patients in 
whom the critical aortic segment could be protected 
with distal aortic perfusion. Therefore, their findings 
may not be applicable to patients with aortoiliac oc- 
clusive disease, distal dissections, or extensive TAA 
where the T9-L1 region is encompassed in the re- 
section. Subsequently, Crawford et al. performed a
prospective study wherein two groups of nearly 100 
patients each were randomised to either distal per- 
fusion with SSEP monitoring or neither of these ad- 
juncts. 39 Although the incidence of paraplegia was 
highest in those patients with complete and permanent 
loss of potentials, there was no statistically significant 
difference inthe incidence of spinal cord complications 
between the two study groups. Matsui et al. noted an 
overall paraplegia/paraparesis rate of 9% in a series 
of 68 patients treated with distal aortic perfusion and 
direct scSSEP recording. 3I These authors correlated 
decreased femoral artery pressure, increased aortic 
clamp time and type II TAA with increased risk. These 
data are similar to the earlier Cunningham study in 
that patients with lesions limited to the descending 
thoracic aorta wherein potentials were maintained 
with distal perfusion had a negligible incidence of 
cord injury. However, the neurological deficit rate in 
patients with type I and type II TAA was 16%, no 
better than with previously employed methods. Sim- 
ilar findings were reported by Shiiya et al. 33 who found 
that scSSEP monitoring could detect ischaemia nd 
guide reconstruction f critical intercostal rteries. De- 
spite such monitoring, 41% of 12 patients with type I, 
II or III TAA sustained neurological injury, whereas 
none of nine patients with isolated thoracic aortic 
aneurysms were paraplegic. 
The largest clinical series with scSSEP was reported 
by Grabitz et al. using two electrodes placed directly 
in the epidural space, one at the L1-2 level for stimu- 
lation and one at the T5-6 level for recording. 32This 
system proved to be safe and technically successful in 
167 of the 172 patients (97%) in which it was attempted. 
Eighty percent of their patients had type I, II or III 
TAA (i.e. likely to have resection of the critical aortic 
segment), and bypass and distal perfusion techniques 
were not used. Approximately one-third of their 
patients had no diminution in scSSEP after aortic 
clamping and there were no neurological deficits in 
this group. Another third of the patients experienced 
an intermediate r sponse with normal scSSEPs which 
began to dissipate 15 min after placement of the aortic 
clamp. Overall, neurological deficits were 16% in this 
group. In the group of patients who experienced loss of 
scSSEPs within 15 min of aortic clamping, neurological 
deficit was 26%. The overall rate of lower extremity 
neurological deficit in the entire series was 15%. Not 
surprisingly, absence of scSSEP loss after aortic clamp- 
ing varied with the extent of aneurysm; 75% of patients 
with type W aneurysms had no change in potentials 
with clamping, with the corresponding fi ure for type 
III aneurysms being 45%. However, only 25% of 
patients with the more extensive type I and type II 
aneurysms had no loss of scSSEPs with clamping. Loss 
of potentials in less than 15 rain was seen in at least 
one-third of patients with type I, II and II aneurysms. 
Neurological outcome for each group of scSSEP re- 
sponse was correlated with the ability to achieve rapid 
return of scSSEP with early intercostal vessel re-im- 
plantation. While the rapidity of onset of scSSEP loss 
did not necessarily predict neurological outcome, total 
time of scSSEP loss and time until scSSEP regeneration 
as well as total aortic clamp duration were highly 
significant variables predictive of neurological deficit. 
Prompt reversal of scSSEP changes after intercostal 
vessel re-anastomosis provides trong evidence of the 
worth of this manoeuvre in many patients, if it can be 
accomplished in a timely fashion. It is likely that earlier 
studies using SSEP monitoring with peripheral nerve 
stimulating electrodes are subject o a higher degree 
of false-negative and false-positive recordings when 
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compared to the direct scSSEP recording method of 
Grabitz et al. 32 Furthermore, it is important o em- 
phasise that the overall incidence (16%) of neurological 
deficit in this large series is nearly identical with 
Crawford's benchmark series of over 1500 patients. ~
Both of these reports utilised the clamp-and-sew tech- 
nique with selective intercostal vessel re-anastomosis. 
Cerebrospinal fluid pressure monitoring and drainage. The 
rationale for CSF pressure monitoring and drainage 
for spinal cord protection relates to the theory that 
perfusion of the spinal cord is related to the difference 
between spinal artery and CSF pressure. Early in- 
vestigation by Miyamoto et al. 4° and Blaisdell and 
Cooley 4~ demonstrated that CSF pressure would rise 
with proximal thoracic aortic clamping and at- 
tenuating the rise by drainage of CSF could abrogate 
neurological complications in a dog model. Thoracic 
aortic clamping is felt to result in an abrupt increase 
in intercerebral b ood flow, which leads to an increase 
in CSF pressure ~5 and subsequently a decrease in spinal 
cord perfusion pressure. There is evidence that nitro- 
glycerin and nitroprusside can aggravate this decrease 
and may lead to a worse functional result. 42-46 However, 
Kazama et al. found that CSF drainage favourably 
influenced spinal cord blood flow only when CSF 
pressure was experimentally elevated to four times 
baseline values. ~7 Furthermore, spinal artery pressure 
will vary depending on the position or presence of a 
distal aortic clamp, the use of distal aortic perfusion, 
.and whether or not the aortic segment supplying the 
critical intercostal vessels arises caudal to the distal 
aortic clamp or whether it is open to atmospheric 
pressure. Bower et al., using a canine double thoracic 
aortic clamp model, demonstrated a protective ffect 
for CSF drainage even after 60 rain of such aortic 
clamping and correlated increases of CSF pressure 
with decreased regional spinal cord blood fiOW. 47 
McCullough et al. demonstrated nearly complete pro- 
tection from paraplegia in an animal study when pre- 
clamp CSF drainage was performed. 48This protective 
effect was presumably due to the significantly higher 
spinal cord perfusion pressure which was noted in 
those animals who underwent CSF drainage. In the 
same article the authors introduced clinical CSF drain- 
age (n=24), and reported no neurological deficits 
when CSF pressure was kept less than 10mmHg. 
Subsequently, Crawford and colleagues performed the 
only randomised, prospective study designed to assess 
the benefits of CSF drainage. 23 One hundred patients 
with type I, II and III TAA were randomised but there 
was no difference in either the incidence (30% vs. 
33%), severity, or time course of neurological deficits 
after TAA resection. However, this study has been 
criticised because the volume of CSF withdrawn was 
limited. It is worthwhile to point out that in Crawford's 
study, a rather aggressive posture towards intercostal 
vessel re-implantation was also employed. In addition, 
a retrospective study from the Mayo Clinic compared 
the incidence of neurological deficit in 50 patients with 
CSF drainage, and demonstrated no benefit when 
compared to historical undrained controls. 49 Hill et al. 
reported dramatic reversals of immediate total para- 
plegic deficits in two patients who underwent emer- 
gency TAA resections and in whom prompt early 
postoperative CSF drainage was used. 22 In both of 
these patients, initial opening CSF pressures were 
exceedingly high and deficits totally reversed. How- 
ever, Grabitz et al. studied the effect of CSF pressure 
monitoring and drainage in a subset of 27 patients 
who were monitored with scSSEP. 32 CSF drainage alone 
never restored scSSEP attenuated by aortic clamping 
in any of these patients. Continuous postoperative 
monitoring of CSF pressure has been suggested by 
some as a means to potentially counteract delayed 
oedema of the cord, thought by some to be important 
in the pathogenesis of delayed deficits. This has been 
our policy for several years, although we have yet to 
observe significant postoperative elevations in CSF 
pressure. Furthermore, CSF pressures are ap- 
proximately twic e baseline values during clamping 
with our method of epidural cold infusion and we 
have not observed postoperative deficits of the 
thoracolumbar cord. 5° We concluded from this ex- 
perience that the neuroprotective effect of the epidural 
cooling outweighed any potential disadvantage of 
elevation of CSF pressures. 
While there is little evidence that CSF drainage alone 
is protective, it is simple and safe to perform and 
continues to be used in combination with a variety of 
other manoeuvres such as distal aortic perfusion, 4 as 
a component of the so-called multi-modality therapy 
reported by Hollier et al., 3 and in combination with 
naloxone. 2 The influence of CSF drainage on cord 
blood flow is controversial, as reviewed above, 16-~8 and 
will vary in accordance with the level of proximal 
aortic clamping, the presence and level of a distal 
aortic clamp, proximal and distal mean arterial pres- 
sures, and whether or not critical intercostal vessels are 
patent and contained in aortic segments undergoing 
resection. 
Intercostal vessel re-anastomosis. Sacrifice of critical in- 
tercostal vessels which supply the ARM and/or the 
ability to reperfuse these arteries in timely fashion are 
acknowledged by most to be central to the patho- 
genesis of ischaemic cord injury. From a practical 
standpoint, re-anastomosis of intercostal vessels can 
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be technically difficult or even impossible in cir- 
cumstances where excessive atheroma or an acute 
dissection surrounds intercostal ostia. Furthermore, 
even with attempts at re-anastomosis by the inclusion 
button method, postoperative angiographic studies 
have suggested that these reconstructions fail in a 
significant percentage of patients. 28 Early studies from 
Crawford's group actually suggested that the per- 
formance of intercostal vessel re-anastomosis was as- 
sociated with a worse neurological outcome, although 
this was attributed to the practical reality that the 
surgeon will usually expend previous clamp time in 
an effort to reconstruct intercostal vessels. It is the 
authors' opinion that there is now sufficient angio- 
graphic evidence in humans indicating that the ARM 
originates between T8 and L1 in nearly all patients 
and that attempts at intercostal vessel re-anastomosis 
should be directed towards this region. It is our prac- 
tice to expeditiously oversew intercostal vessels be- 
tureen T4-T8 and to balloon occlude those vessels in 
the critical zone selected for subsequent reconstruction. 
The studies of Wadouh 2° and Dapunt 19 give credence 
to the theory that freely back-bleeding or intercostal 
vessels exposed only to atmospheric pressure can cre- 
ate a steal phenomenon and actually decrease relative 
spinal cord perfusion. It must be acknowledged, how- 
ever, that intercostal vessel re-anastomosis is usually 
a "blind" manoeuvre unless one of the aforementioned 
methods of preoperative or intraoperative localisation 
of critical intercostal vessels is applied. Scheinin et 
al. even suggested that intercostal vessels should be 
allowed to freely back-bleed so as to potentially de- 
crease pressure in the spinal canal during the period 
of aortic clamping, although this viewpoint appears 
counterintuitive and unsupported by either clinical 
or investigative data. 51 Acher et al. suggested that 
expending aortic clamp time for intercostal vessel re- 
anastomosis was a worthless manoeuvre and routinely 
oversewed all intercostal vessels with the adjunctive 
use of CSF drainage and intravenous naloxone, and 
reported an overall neurological deficit rate of 3%. 2 
However, these authors must be considered in the 
minority and most agree that sacrifice of critical in- 
tercostal vessels is the single most important factor in 
the development of postoperative spinal cord injury 
and therefore believe such vessels should be re-ana- 
stomosed. Svensson et al. reported the most detailed 
study of specific level of intercostal vessel management 
available. 52 These investigators prospectively mapped 
the number and level of patent intercostal vessels and 
whether or not such vessels were reattached. They 
reported a 32% rate of overall spinal cord injury, half 
of which were devastating paraplegia. There was no 
difference in the incidence of neurological deficit 
among these who underwent lumbar or intercostal 
vessel reattachment versus those who did not. How- 
ever, these authors did demonstrate hat those patients 
who had sacrifice of patent intercostal vessels at the 
T8-L1 level had a much higher incidence of spinal 
cord injury compared to those who did not have 
sacrifice of vessels at this level. There was a statistically 
significant improvement inneurological injury rate for 
those patients who had re-anastomosis of vessels in 
this critical region compared to those who did not. 
While these investigators concluded that intercostal 
re-anastomosis at this level was an important adjunct, 
an equally valid conclusion would be that intercostal 
vessel re-anastomosis alone was insufficient to prevent 
cord injury, as there was still a 30% deficit rate in 
patients who underwent reconstruction of vessels in 
the critical zone. Such intercostal re-anastomosis may 
be inadequate simply because it cannot be performed 
quickly enough. This conclusion is suggested by the 
observation of Grabitz et al. with direct scSSEP. In 
patients who had loss of scSSEP with aortic clamping, 
neurological outcome was much better in the subgroup 
in whom return of potentials could be achieved by 
rapid restoration of flow into critical intercostal vessels, 
for example, by preservation of these vessels in a 
bevelled proximal anastomosis of a type III an- 
eurysm, s2 Similar conclusions were reached by Dapunt 
et al. in a swine study where localisation and res- 
toration of flow in critical intercostal vessels identified 
by direct scSSEP improved neurological outcome. 19
These studies also reinforced our opinion that isch- 
aemia during the period of aortic clamping is the 
single most important event in the pathogenesis of 
cord injury and that intercostal vessel re-anastomosis 
will generally need to be supplemented bysome neuro- 
protective manoeuvre, such as regional hypothermia, 
during the period of clamping in order to be successful. 
Distal aortic perfusion with shunts and bypasses. Retro- 
grade distal aortic perfusion to that aortic segment 
caudal to a distal occluding clamp is intuitively logical 
when distal occlusion is at or more proximal to the 
T8-T9 level, the rationale being that the aortic segment 
from which critical intercostal vessels are likely to 
arise can be continuously perfused uring the course 
of operation. In fact, there is reasonable vidence that 
in surgery confined to the proximal thoracic aorta, 
distal perfusion can decrease the incidence of neuro- 
logical deficit, particularly as clamp times exceed 30 
min.  4'53"54 In the circumstances of type I, II, or III TAA 
repair, the critical aortic segment will generally be 
encompassed by the resection and cannot be con- 
tinuously perfused. Furthermore, the critical aortic 
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segment with respect o intercostal origin lies topo- 
graphically in proximity to the visceral vessels o that 
these cannot be separated with use of a sequential 
clamping technique. 
A wide array of shunts and bypasses have been 
described for thoracic aortic resection. These include 
internal passive shunts such as the Gott shunt which 
requires insertion either into the left ventricle, proximal 
thoracic aortia or left subclavian artery and the femoral 
artery or the aorta caudal to the distal clamp. 55 While 
some have reported continued excellent results with 
respect o paraplegia fter thoracic aortic aneurysm 
resection using this method, 53'55 few centres utilise this 
technique in contemporary practice mainly because 
of: (1) the morbidity related to the proximal and distal 
insertion sites, and (2) the questionable amount of 
distal aortic perfusion and pressure delivered, s6Since 
the Gott shunt was formulated from non-thrombogenic 
polymers (tridodecylmethylammonium chloride- 
heparin-coated polyvinyl), systemic heparin was not 
necessary. 55 A similar principle employing an ex- 
ternally placed shunt was reported by Comerota nd 
White, who utilised a temporary axillo-femoral by- 
pass. s7 Other variations on the theme of external or 
extra-anatomic bypass have included temporary as- 
cending to descending thoracic aortic shunt and ax- 
illary to iliac artery bypass. Among the varieties of 
partial cardiopulmonary b pass techniques used to 
accomplish the same end, femoral-femoral bypass has 
the advantage of an in-line heat exchanger and oxy- 
genator, but has the distinct disadvantage of requiring 
full doses of heparin. 
Partial eft heart bypass with use of an atrial-femoral 
bypass and a simple motorised centrifugal pump was 
an important advance because this required little or 
no intraoperative h parin9 The majority of surgeons 
who prefer distal aortic perfusion currently use this 
method. Sequential reports from a number of in- 
stitutions 4's9'6° are available, indicating an evolution 
of surgeons' preference to the atrial-femoral bypass 
technique. Often these methods are supplemented 
with other adjuncts uch as cerebrospinal fluid drain- 
age. 4 Sail et al. reported that adoption of atrial-femoral 
bypass had a statistically significant impact on neuro- 
logic deficit after type II thoracoabdominal aneurysm 
compared to institutional historical controls. However, 
the incidence of neurological deficit in the control 
group was 38.90/o. 4 Table 2 summarises the results of 
contemporary series reporting experience with ap- 
proximately 100 or more patients undergoing TAA 
repair with either distal perfusion or a clamp and sew 
technique. 1-5'8'3~'59'61 While a variety of other adjuncts 
are used in most of these series including our own, 
when examining the variable of atrial-femoral bypass 
versus a clamp-and-sew technique, no significant dif- 
ference is evident in the incidence of postoperative 
neurological deficit, postoperative r nal failure, or op- 
erative mortality. 
Neuroprotective adjuncts for prevention of spinal cord 
ischaemia 
Hypothermia. Hypothermia has been used throughout 
the evolution of cardiac and central aortic surgery. 
Although the neuroprotective effect of hypothermia s 
presumed to be secondary to decreased tissue meta- 
bolism and to a generalised reduction of energy re- 
quiring processes in the cell, the mechanism ay be 
more complex involving membrane stabilisation and 
reduced release of excitatory neurotransmitters. 62 Oxy- 
gen requirements in neural tissue are known to de- 
crease 6-7% for each degree decrement in cord 
temperature. 63 Hypothermia for purposes of cord pro- 
tection during TAA surgery can be either egional (i.e. 
confined to the spinal cord) or systemic (see Table 
1). In a model of spinal cord ischaemia, systemic 
hypothermia has been shown to blunt the hyperaemic 
response after cross-clamping and reperfusion i jury. 64 
Profound hypothermia (15°-18°C) and circulatory ar- 
rest have been used successfully for many years in 
circumstances of correction of complex cardiac and/ 
or aortic arch disease. However, enthusiasm for ex- 
tending this philosophy to TAA resection has been 
limited, principally related to the threat of co- 
agulopathy, pulmonary complications, and massive 
fluid shifts. Kouchoukos et al. have used this approach 
specifically for spinal cord protection during TAA 
resections. 65 They reported use of this technique in 51 
patients undergoing a variety of central aortic op- 
erations. Overall, 30 days' mortality was 9.8% and 
spinal cord injury occurred in 6.5%. Among the 27 
patients with type I, II and III TAA, neurological deficit 
occurred in 7.5% of those who survived operation. 
We believe maintenance of near normal temperature 
homeostasis an important component of the op- 
erative management of TAA. This view is supported 
by Bush et al., who reported that hypothermia to a 
level of 34.5 °C was significantly and independently 
associated with the development of complications after 
elective abdominal aortic operations. 66 
Variations of systemic hypothermia include so-called 
passive moderate hypothermia, where core tem- 
perature is allowed to drift to the 32-34 °C range by 
merely lowering the room temperature and allowing 
heat evaporation from the large surgical field. Active 
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Table 2. Operative complications in major series of thoracoabdominal neurysm repair. 
Clamp and sew technique 
Series n Paraplegia/Paresis Renal failure Mortality 
# (%) # (%) # (%) 
Cambria et al. 8 160 11 (6.9) 16 (10) 15 (9.4) 
Acher et al. 2 110 12 (11) 3 (2.7)* 8 (7.3) 
CoselliSt 309 23 (7.4) 22 (7.1) 19 (6.1) 
Grabitz et al. 32 260 39 (15) 27 (10.4)* 37 (14.2) 
Hollier et ald 150 6 (4) 14 (9.3) 11 (7.3) 
Mauney et al. 61 91 9 (9.9) 10 (11) 12 (13.2) 
Svensson et al.~t 1251 178 (14.2) 235 (18.8) 100 (8) 
Totals 2331 278 (11.9) 327 (14) 202 (8.7) 
Bypass/distal perfusion technique 
Series n Paraplegia/Paresis Renal Failure Mortality 
# (%) # (%) # (%) 
CoselliSt 63 1 (1.6) 7 (11.1) 2 (3.2) 
Sail et al. 4~ 94 8 (8.5) 20 (21.3) 9 (9.6) 
Svensson et al. 1. 258 56 (21.7) 34 (13.2) 23 (8.9) 
Schepens et aI. 59 50 5 (10) 5 (10)* 4 (8) 
Totals 465 70 (15) 66 (14.2) 38 (8.2) 
* Only those patients who required ialysis. 
-~ These reports detail separate r sults with the two techniques. 
§ Includes only type I and II TAA. 
moderate systemic hypothermia can be achieved with 
use of an in-line exchanger with atrial-femoral or 
femoral-femoral bypass. The degree of hypothermia 
achieved with this method is limited by the potential 
for cardiac arrhythmias. Two variations of regional 
hypothermia have been reported. These include the 
direct installation of cold perfusate into the epidural 
or intrathecal space or into isolated thoracic aortic 
segments, with the intention that cold perfusate will 
be delivered to the spinal cord via the intercostal 
arteries. The latter technique was originally reported 
by Coles et al. 6y These investigators showed in dog 
experiments that isolated aortic segments between 
two clamps when perfused with cold Ringer's lactate 
would rapidly diminish cord temperature to20 °C and 
was 100% effective in preventing paraplegia. Colon et 
al. added continuous perfusion to an isolated aortic 
segment in a swine model using the Bio-Medicus® 
pump and cooled blood perfusate. 68No animal so 
treated developed neurological deficits. Ueno et al. 
showed a similar benefit of hypothermic perfusion in 
a rabbit model, although no verification of levels of 
hypothermia chieved in the spinal cord were re- 
ported. 69'7° Clinical experience using a variation of this 
approach was reported by Fehrenbacher et al., who 
employed atrial-femoral bypass and passive perfusion 
of isolated aortic segments in the course of a sequential 
clamping technique, yl There was no verification of the 
level of hypothermia achieved at the level of the spinal 
cord, and in the clinical setting this method will be 
limited by the number and size of patent intercostal 
vessels. The authors used their technique in 23 patients 
with type I and II TAA, and reported a 4.3% incidence 
of both paraplegia nd operative mortality. Given our 
experience with the volumes of direct epidural cold 
infusate required to achieve moderate cord hypo- 
thermia (see below), and the aforementioned anatomic 
limitations of intercostal-radiculomedullary arteries in 
the human, it appears unlikely that isolated aortic 
segment perfusion could achieve meaningful levels of 
cord hypothermia in patients. 
Experimental work with regional hypothermic per- 
fusions delivered irectly to the epidural or intrathecal 
space and achieving profound (less than 20 °C) hypo- 
thermia have demonstrated a 100% protective ffect 
against cord injury in several animal models. 72-75 To 
achieve this degree of hypothermia, however, has 
generally required open laminotomy techniques not 
applicable to the clinical setting. It remained for Mar- 
sala et al. to demonstrate that a clinically applicable 
closed epidural infusion system which achieved mod- 
erate (~27 °C) levels of cord hypothermia could be 
100% effective against spinal cord ischaemia induced 
by double thoracic aortic clamping, y6 We adapted this 
strategy and have used it clinically since 1993. The 
mechanics of the epidural infusion system have been 
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Fig. 1. Graphic display of mean data for CSF temperature and 
pressure, and core temperature in 70 patients undergoing repair of 
type I, II and III TAA with use of epidural cooling. Total cross- 
clamp duration refers to interval until reperfusion f legs. Note 
mean CSF temperature of 25 °C during clamp interval and rapid 
return of same to baseline after discontinuation of epidural cooling. 
(reprinted with permission, s°) (ll) Core temp.; (0) CSF temp.; (A) 
CSF pressure. 
described in detail. 77 Briefly, a 40 cm epidural catheter 
placed at the Tl1-12 level and advanced cephalad 
4-5cm is used for both administration of local 
anaesthetics and infusion of iced (4 °C) saline. A second 
4-French thermistor catheter is placed 4 cm into the 
subarachnoid space at the L3-4 level, permitting both 
continuous recording of CSF temperature and pres- 
sure. No drainage catheter is used as the infusate 
rapidly runs out along nerve roots. The infusion is 
begun well in anticipation of aortic clamping, such 
that CSF temperatures in the range of 23-25 °C (in the 
thoracolumbar segment) are achieved at the time of 
aortic clamping. We have also demonstrated that the 
effect is regional by SSEP monitoring from the lower 
and upper extremity in a small series of patients. We 
could demonstrate hat potentials from the thoraco- 
lumbar cord are ablated as anticipated because of the 
hypothermia, but those recorded after median nerve 
stimulation are preserved, emonstrating that the hy- 
pothermic effect did not reach the upper thoracic or 
cervical cord. 78 CSF temperature and pressure and core 
temperature for 70 patients undergoing resection of 
type I, II and III TAA with use of epidural cooling are 
displayed in Fig. 1. CSF pressure can rise dramatically 
during initiation of the infusion and averages twice 
the baseline value during the period of aortic clamping. 
The average volume of infusate used in our 70 patients 
was just over 1400 ml, and the mean CSF temperature 
at the point of aortic clamping was 25 + 1°C. Other 
relevant intraoperative data included a visceral isch- 
aemic time which averaged 48 min and an aggressive 
posture towards re-anastomosis of patent intercostal 
vessels in the T8-L1 region. Fifty per cent of patients 
had patent intercostal vessels in this zone either pre- 
served in bevelled proximal or distal anastomosis or
reconstructed with separate inclusion buttons. Neuro- 
logical outcome in these 70 epidural cooling patients 
was significantly better than a historical control group 
from our institution who underwent operation in the 
3 years immediately prior to adoption of the epidural 
cooling system 5°(Table 3). Furthermore, there was a 
highly significant reduction in the predicted incidence 
of neurological deficits using the Acher model. 2The 
rationale for regional hypothermia relates to protection 
of the cord during the critical period of aortic clamping. 
Failure of intercostal vessel re-anastomosis to impact 
significantly on the complication ofparaplegia may in 
part be related to the fact that revascularisation simply 
cannot be performed rapidly enough to prevent isch- 
aemia. The data of Grabitz et al. with scSSEP moni- 
toring of critical intercostal re-anastomosis uggested 
that the ischaemic window for return of potentials 
was less than 20 min. z2 Our data have led us to 
the conclusion that in those patients at high risk for 
paraplegia (i.e. resection of T8-L1 with patent in- 
tercostal vessels) some neuroprotective manoeuvre 
during the interval of aortic clamping must be added 
to intercostal vessel re-anastomosis to prevent cord 
ischaemic omplications. 
Pharmacological. A wide variety of pharmacological 
agents have been utilised in clinical and laboratory 
studies to increase the ischaemic tolerance of the spinal 
cord to aortic clamping. While many of these agents 
have shown a protective benefit, there is difficulty in 
interpreting their clinical utility. Interpretation of the 
clinical iterature ishampered by evolution in surgical 
and anaesthetic techniques, and the use of other ad- 
juncts including distal aortic perfusion, CSF drainage, 
and hypothermia. Animal studies have varied isch- 
aemic insults which do not always allow conclusions to 
be drawn concerning clinical utility. However, several 
neuroprotective agents have shown promise in various 
settings and are worthy of review. 
Corticosteroids have been investigated for nearly 30 
years as a way to reduce spinal cord injury following 
trauma. 79-~1 Similar salutary effects have been seen 
after ischaemic spinal cord injury, s2 A 21-aminosteroid 
(U-74006F, Upjohn) devoid of glucocorticoid or min- 
eralocorticoid side effects9 has also been shown to 
have protective ffects in models of spinal cord isch- 
aemia, presumably via inhibition of reperfusion-as- 
sociated lipid peroxidation and hydrolysis, 4 Free 
excitatory amino acids, especially glutamate, are ele- 
vated following spinal cord ischaemia, and are felt 
to be involved in the cascade which results in neuronal 
death, s5 Blockade of N-methyl-D-aspartate (NMDA) 
excitatory neurotransmitter r ceptors by Mg2+, dex- 
trorphan, and other compounds decreases i chaemic 
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spinal cord injury. 86~9° Naloxone, an opiate antagonist, 
has been shown to be neuroprotective in a variety of 
laboratory and clinical studies. 2'21'91 While its mech- 
anism of action is not completely known it also appears 
to affect lipid peroxidation and cell membrane sta- 
bilisation via an attenuation of the inactivation of 
Na +-K  + Mg 2 + ATPase. 92 An integral part of the cas- 
cade is the eventual influx of calcium. In experimental 
models of spinal cord ischaemia calcium channel ant- 
agonists have been found to preserve function, 93'94 and 
to reduce infarct size. 93 Barbiturates have been shown 
to be protective in spinal cord ischaemia either by 
reducing metabolic demand or by acting as an oxygen 
free radical scavenger .  96'97 Other oxygen free radical 
scavengers, such as deferoxamine, U-74006F (Tirilazad, 
Upjohn) and superoxide dismutase have also been 
shown to decrease reperfusion related injury. 98-1°1 Anti- 
body mediated blockade of activated neutrophils, 
another source of oxygen free radicals, failed to ameli- 
orate ischaemic injury in at least one experimental 
study. 1°2 Perfluorocarbons have been perfused in- 
trathecally and systemically in experimental models 
of spinal cord ischaemia, with near complete pre- 
vention of neurological deficits. I°3'1°4 
Few clinical series are available to corroborate the 
experimental studies. Hollier et al. used systemic bar- 
biturates as a component of "multimodality therapy" 
and reported excellent results in elective TAA re- 
section. 3 Acher et al. used naloxone infusions with 
CSF drainage and noted significant improvement in 
neurological deficits when compared to historical con- 
trols, 2'21 even though the naloxone dose was much 
lower than those suggested by animal studies. 91 
Summary 
Since the publication of prior reviews on this topic, 
substantial clinical experience with a variety of op- 
erative strategies to prevent ischaemic cord com- 
plications has been reported. The available data on 
angiographic localisation of critical intercostal vessels, 
11,13,26 and, in particular, the evoked potential response 
to cross-clamping in patients 31-33'36 indicates that risk 
of paraplegia varies considerably even among patients 
with equivalent TAA extent. Factors uch as individual 
development of the ASA, patent critical intercostals, 
and the particulars of collateral circulation when in- 
tercostal aortic ostia are already occluded likely ac- 
count for this variability. Information available from 
SSEP monitoring relative to the dynamic course of 
cord ischaemia with cross-clamping, and the parallel, 
if not, frustrating experience with angiographic local- 
isation and intercostal vessel reconstruction i dicates 
that a narrow temporal threshold of cord ischaemia 
with clamping is present in many patients. This re- 
inforces the importance of both expeditious clamp 
intervals, critical intercostal re-anastamoses, and the 
desirability of neuroprotective manoeuvres during 
cross-clamp induced cord ischaemia. As suggested in 
compelling experimental work  73-76 our  contemporary 
clinical experience, 5° and predicted by prior reviewers, 1°5 
regional cord hypothermia provides ignificant prom- 
ise for limiting or eliminating, in particular, immediate 
perioperative deficits. Avoidance of postoperative 
hypotension, spinal cord oedema, and preservation 
of critical intercostal vessels are additional strategies 
necessary to impact the development of delayed de- 
ficits favourably. 
References 
1 SVENSSON LG, CRAWFORD ES, HESS KR, COSELLI JS, SAFI HJ. 
Experience with 1509 patients undergoing thoracoabdominal 
aortic operations. J Vasc Surg 1993; 17: 357-370. 
2 ACHER CW, WYNN MM, HocI-I JR, PoPIC Pl ARCHIBALD J, 
TURNIPSEED WD. Combined use of cerebral spinal fluid drainage 
and naloxone reduces the risk of paraplegia in thoraco- 
abdominal aneurysm repair. J Vasc Surg 1994; 19: 236--248. 
3 HOLLIER LM, MONEY S, NASLUND T et al. Risk of spinal cord 
dysfunction in patients undergoing thoracoabdominal aortic 
replacement. Am J Surg 1992; 164: 210-214. 
4 SAEI H, HESS K, RANDEL Met al. Cerebrospinal fluid drainage 
and distal aortic perfusion: reducing neurologic omplications 
in repair of thoracoabdominal aortic aneurysms, type I and 
type II. J Vasc Surg 1996; 23: 223-229. 
5 COSELLI JS. Thoracoabdominal ortic aneurysms: experience 
with 372 patients. J Cardiovasc Surg 1994; 9: 638-647. 
6 COSELLI JS, PLESTIS KA, LAFRANCESCA S, COHEN S. Results of 
contemporary surgical treatment of descending thoracic aortic 
aneurysms: experience in 198 patients. Ann Vasc Surg 1996; 10: 
131-137. 
7 CAMBRIA R, BREWSTER D, MONCURE A et al. Recent experience 
with thoracoabdominal aneurysm repair. Arch Surg 1989; 124: 
620-624. 
8 CAMBRIA R, DAVISON J, ZANNETTI S, L'ITALIEN G, ATAMIEN S. 
Thoracoabdominal aneurysm repair; perspectives over a decade 
with the clamp and sew technique. Ann Surg 1997; 226: 294-304. 
9 LAZORTHES G, GOUAZE A, ZADEH JO, SANTINI JJ, LAZORTHES Y~ 
BURDIN P. Arterial vascularization of the spinal cord: Recent 
studies of the anastomotic substitution pathways. J Neurosurg 
1971; 35: 253-262. 
10 ADAMKIEWICZ A. Die blutgefasse des menschlichen ruckern- 
markes. II. Teil. Die gefasse der ruckenmarkoberflache. S B
Hiedelberg Akad Wiss 1882; 85: 101-130. 
11 SAVADER SJ, WILLIAMS GM, TREROTOLA SO et al. Preoperative 
spinal artery localization and its relationship to postoperative 
neurologic omplications. Radiology 1993; 189: 165-171. 
12 SVENSSON LG, RICKARDS E, COULL A, ROGERS G, FIMMEL CJ, 
HINDER RA. Relationship of spinal cord blood flow to vascular 
anatomy during thoracic aortic cross-clamping and shunting. J 
Thorac Cardiovasc Surg 1986; 91: 71-78. 
13 WILLIAMS GM, PERLER BA, BURDICK JF et al. Angiographic 
localization of spinal cord blood supply and its relationship to 
postoperative paraplegia. J Vasc Surg 1991; 13: 23-35. 
14 GIGLIA JS, ZELENOCK GB, D'ALEcY LG. Prevention of paraplegia 
during thoracic aortic cross-clamping: importance of patent 
internal mammary arteries. J Vasc Surg 1994; 19: 1044-1051. 
Cur J Vasc Endovasc Surg Vol 15, February 1998 
Prevention of Spinal Cord Ischaemia: a Review 107 
15 SAETHER OD, JuI:L R, AADAHL Pv STROMHOLM T~ MYHRE HO. 
Cerebral haemodynamics during thoracic- and thoraco- 
abdominal aortic aneurysm repair. Eur J Vasc Endovasc Surg 
1996; 12: 81-85. 
16 SVENSSON LG, GRUM DF, BEDNARSKI M, COSGROVE DM, LOOP 
FD. Appraisal of cerebrospinal fluid alterations during aortic 
surgery with intrathecal papaverine administration and 
cerebrospinal fluid drainage. J Vasc Surg 1990; 11: 423=429. 
17 KAZAMA S, MASAKI Yr MARUYAMA S, ISHIHARA A. Effect of 
altering cerebrospinal fluid pressure on spinal cord blood flow. 
Ann Thorac Surg 1994; 58: 112-115. 
18 BERENDES J, BREDEE J, SCHIPPERHEYN J, MASHHOUR Y. Mech- 
anism of spinal cord injury after cross-clamping of the des- 
cending thoracic aorta. Circulation 1982; 66 (Suppl. 1): 112-116. 
19 DAPUNT O, MIDIdLLA P, SADEGHI A et aI. Pathogenesis of spinal 
cord injury during simulated aneurysm repair in a chronic 
animal model. Ann Thorac Surg. 1994; 58: 689-697. 
20 WADOUH F, ARNDT C, OPPERMANN E, BORST H, WADOUH R. 
The mechanism of spinal cord injury after simple and double 
aortic cross-clamping. J Thorac Cardiovasc Surg 1986; 92: 121-127. 
21 ACHER CW, WYNN M'IV[, ARCHIBALD J. Naloxone and spinal 
fluid drainage as adjuncts in the surgical treatment of thoraco- 
abdominal and thoracic aneurysms. Surgery 1990; 108: 755-762. 
22 HILL A, KALMAN P, JOHNSTON K, Vosu H. Reversal of delayed- 
onset paraplegia fter thoracic aortic surgery with cerebrospinal 
fluid drainage. J Vasc Surg 1994; 20: 315-317. 
23 CRAWEORD ES, SVENSSON LG, HESS KR et al. A prospective 
randomized study of cerebrospinal fluid drainage to prevent 
paraplegia fter high-risk surgery on the thoracoabdominal 
aorta. J Vasc Surg 1991; 13: 36-46. 
24 SON AY. The effect of lipoxidation on synaptosomal 
Na +K+ATPase isolated from the cerebral cortex of squirrel 
monkey. Biochim Biophys Acta 1972; 266: 350-360. 
25 GARDNER V, CAIOZZO V, MUNDEN S, BRIDGES R. Exicotoxins 
can produce protein degradation i the spinal cord. Spine 1989; 
15: 858-863. 
26 KIEEFER E, RICHARD T, CHIRAS J, GODET G, CORMIER E. Pre- 
operative spinal cord arteriography in aneurysmal disease of the 
descending thoracic and thoracoabdominal aorta: preliminary 
results in 45 patients. Ann Vasc Surg 1989; 3: 34-46. 
27 DJINDJIAN R. Arteriography of the spinal cord. A JR. 1969; 107: 
461-478. 
28 SVENSSON LG, PATEL V~ ROBINSON MF, UEDA T, ROEHM JJ, 
CRAWFORD ES. Influence of preservation or perfusion of intra- 
operatively identified spinal cord blood supply on spinal motor 
evoked potentials and paraplegia fter aortic surgery. ]Vasc 
Surg 1991; 13: 355-365. 
29 KASCHNER A, SANDMANN W, LARKAMP H. Percutaneous flexible 
bipolar epidural neuroelectrode for spinal cord stimulation. 
Technical note. J Neurosurg 1984; 60: 1317-1319. 
30 NORTH R, DRENGER B, BEATTIE C et al. Monitoring of spinal 
cord stimulation evoked potentials during thoracoabdominal 
aneurysm surgery. Neurosurgery 1991; 28: 325-330. 
31 MATSUI Y, GOH K, SttIIYA Net aI. Clinical application of evoked 
spinal cord potentials elicited by direct stimulation of the cord 
during temporary occlusion of the thoracic aorta. J Thorac 
Cardiovasc Surg 1994; 107: 1519-1527. 
32 GRABITZ K, SANDMANN W~ STUHMEIER K et al. The risk of 
ischemic spinal cord injury in patients undergoing raft re- 
placement for thoracoabdominal aortic aneurysms. J Vasc Surg 
1996; 23: 230-240. 
33 SHIIYA N, YASUDA K, MATSUI Y, SAKUMA M, SASAKI S. Spinal 
cord protection during thoracoabdominal aortic aneurysm re- 
pair: results of selective reconstruction f the critical segmental 
arteries guided by evoked spinal cord potential monitoring. J 
Vasc Surg 1995; 21: 970-975. 
34 LASCHINGER J, OWEN J, ROSENBLOOM M, Cox J, KOUCHOUKOS 
N. Direct noninvasive monitoring of spinal cord motor function 
during thoracic aortic occlusion: use of motor evoked potentials. 
J Vasc Surg 1988; 7: 161-171. 
35 DE HAAN P, KALKMAN CJ, DE MOL BA, UBAGS LH, VELDMAN 
DJ, JACOBS MJ. Efficacy of transcranial motor-evoked myogenic 
potentials to detect spinal cord ischemia during operations for 
thoracoabdominal aneurysms. J Thorac Cardiovasc Surg 1997; 
113: 87-101. 
36 CUNNINGHAM JJ, LASCHINGER JC, SPENCER FC. Monitoring of 
somatosensory evoked potentials during surgical procedures 
on the thoracoabdominal aorta. IV. Clinical observations and 
results. J Thorac Cardiovasc Surg 1987; 94: 275-285. 
37 SCHEPENS M, BOEZEMAN E, HAMERLIJNCK R, TER BEEK I-I, VER- 
MEULEN E Somatosensory evoked potentials during exclusion 
and reperfusion of critical aortic segments in thoracoabdominal 
aortic aneurysm surgery. J Card Surg 1994; 9: 692-702. 
38 GRUBBS PJ, MARINI C, TOPOROFF B et aI. Somatosensory evoked 
potentials and spinal cord perfusion pressure are significant 
predictors of postoperative neurologic dysfunction. Surgery 
1988; 104: 216-223. 
39 CRAWEORD ES, MIZRAHI EM, HESS KR, COSELLI JS, SAFI HJ, 
PATEL VM. The impact of distal perfusion and somatosensory 
evoked potential monitoring on prevention of paraplegia fter 
aortic aneurysm operation. ] Thorac Cardiovasc Surg 1988; 95: 
357-356. 
40 MIYAMOTO K, UENO A, WADA T~ KIMOTO S. A new and simple 
method of preventing spinal cord damage following temporary 
occlusion of the thoracic aorta by draining the cerebrospinal 
fluid. J Cardiovascular Surg 1960; 1: 188-197. 
41 BLAISDELL FW, COOLEY DA. The mechanism ofparaplegia fter 
temporary aortic occlusion and its relationship to spinal fluid 
pressure. Surgery 1962; 57: 351-355. 
42 DOHI S, MATSUMOTO M, TAKAHASHI T. The effects of nitro- 
glycerin of cerebrospinal f uid pressure in awake and an- 
esthetized humans. Anesthesiology 1981; 54: 511-514. 
43 CERNAIANU A, OLAH A, CILLEY JJ, GAPRINDASHVILI T, GALLUCCI 
J, DELRossI A. Effect of sodium nitroprusside on paraplegia 
during cross-clamping on the thoracic aorta. Ann Thorac Surg 
1993; 56: 1035-1038. 
44 SHINE % NUGENT M. Sodium nitroprusside decreases spinal 
cord perfusion pressure during descending thoracic aortic cross- 
clamping in the dog. J Cardiothorac Anesth. 1990; 4: 185-193. 
45 SIMPSON J, EIDE T, SCHIFF Get  al. Isoflurane versus sodium 
nitroprusside for the control of proximal hypertension during 
thoracic aortic cross-clamping: effects on spinal cord ischemia. 
J Cardiothorac Vasc Anesth 1995; 9: 491-496. 
46 SIMPSON J, EIDE T, NEWMAN S et al. Trimethaphan versus 
sodium nitroprusside for the control of proximal hypertension 
during thoracic aortic cross-clamping: the effects on spinal cord 
ischemia. Anesth Analg 1996; 82: 68-74. 
47 BOWER TC, MURRAY MJ, GLOVICZKI P, YAKSH TL, HOLLIER 
LH, PAIROLERO PC. Effects of thoracic aortic occlusion and 
cerebrospinal fluid drainage on regional spinal cord blood flow 
in dogs: correlation with neurologic outcome. J Vasc Surg 1989; 
9: 135-144. 
48 MCCULLOUGH J, HOLLIER L, NUGENT M. Paraplegia fter thor- 
acic aortic occlusion: influence of cerebrospinal fluid drainage. 
J Vasc Surg 1988; 7: 153-160. 
49 MURRAY MJ, BOWER TC, OLIVER WCJ, WERNER E, GLOVICZRI 
P. Effects of cerebrospinal fluid drainage in patients undergoing 
thoracic and thoracoabdominal aortic surgery. J Cardiothorac 
Vasc Anesth 1993; 7: 266-272. 
50 CAMBRIA R, DAVISON J, ZANNETTI S. Clinical experience with 
epidural cooling for spinal cord protection during thoracic 
and thoracoabdominal aneurysm repair. J Vasc Surg 1997; 25: 
234-243. 
51 SCHEININ SA, COOLEY DA. Graft replacement ofthe descending 
thoracic aorta: results of "open" distal anastomosis. Ann Thorac 
Surg. 1994; 58: 19-23. 
52 SVENSSON LG, HESS KR, COSELLI JS, SAFI JH. Influence of 
segmental arteries, extent, and atriofemoral bypass on post- 
operative paraplegia fter thoracoabdominal aortic operations. 
J Vasc Surg 1994; 20: 255-262. 
53 VERDANT A, COSSETTE R, PAGE A, BAILLOT R, DONTIGNY L, 
PAGE P. Aneurysms of the descending thoracic aorta: three 
Eur J Vasc Endovasc Surg Vol 15, February 1998 
108 R.P. Cambria and J. S. Giglia 
hundred sixty-six consecutive cases resected without para- 
plegia. J Vasc Surg 1995; 21: 385-391. 
54 yoN OPPELL U, DUNNE T, DEGRooT K, ZILLA P. Spinal cord 
protection in the absence of collateral circulation: meta-analysis 
of mortality and paraplegia. J Card Surg 1994; 9: 685-691. 
55 DONAHOO JS, BRAWLEY RK, GOTT VL. The heparin-coated vas- 
cular shunt for thoracic and great vessel procedures: a ten year 
experience. Ann Thorac Surg 1997; 23: 507-513. 
56 MOLINA J, COGORDIN J, EINZIG S et aI. Adequacy of ascending 
aorta-descending aorta shunt during cross-clamping of the 
thoracic aorta for prevention of spinal cord injury. J Thorac 
Cardiovasc Surg 1985; 90: 126-136. 
57 COMEROTA aJ, WHITE JV, Reducing morbidity of thoraco- 
abdominal aneurysm repair by preliminary axillofemoral by- 
pass. Am J Surg 1995; 170: 218-222. 
58 CONNOLLY J, WAKABAYASHI A, GERMAN J, STEMNER E, SERRES 
E. Clinical experience with pulsatile left heart bypass without 
anticoagulation for thoracic aneurysms. J Thorac Cardiovasc Surg 
1971; 62: 568-576. 
59 SCHEPENS M, DEFAUW J, HAMERLIJNCK R, VERMEULEN E Use 
of left heart bypass in the surgical repair of thoracoabdominal 
aortic aneurysms. Ann Vasc Surg 1995; 9: 327-338. 
60 FRANK S, PARKER S, ROCK Pet aI. Moderate hypothermia, with 
partial bypass and segmental sequential repair for thoraco- 
abdominal aortic aneurysm. J Vasc Surg 1994; 19: 687-697. 
61 MAUNEY M, TRIBBLE C, COPE Jet  al. Is clamp and sew still 
viable for thoracic aortic resection? Ann Surg 1996; 223: 534-543. 
62 ROKKaS C, CRONIN C, NITTA T et al. Profound systemic hy- 
pothermia inhibits the release of neurotransmitter amino acids 
in spinal cord ischemia. J Thorac Cardiovasc Surg 1995; 110: 
27-35. 
63 ALLEN BT, DAVIS C, OSBORNE D, KARL I. Spinal cord ischemia 
and reperfusion metabolism: the effect of hypothermia. J Vasc 
Surg 1994; 19: 332-340. 
64 ROKKAS C, SUNDARESAN S, SHUMAN T et aI. Profound systemic 
hypothermia protects the spinal cord in a primate model of 
spinal cord ischemia. J Thorac Cardiovasc Surg 1993; 106: 1024- 
1035. 
65 KOUCHOUKOS N, DAILY B, ROKKAS C, MURPHY S, BAUER S, 
ABBOUD N. Hypothermic bypass and circulatory arrest for 
operations on the descending thoracic and thoracoabdominal 
aorta. Ann Thorac Surg 1995; 60: 67-77. 
66 BUSH HJ, HYDO LJ, FISCHER E, FANTANI CA, SILANE MF, BARIE 
PS. Hypothermia during elective abdominal aortic aneurysm 
repair: the high risk of avoidable morbidity. J Vasc Surg 1995; 
21: 392-400. 
67 COLES J, WILSON G, SIMA Aet al. Intraoperative management of 
thoracic aortic aneurysm, experimental evaluation of perfusion 
cooling of the spinal cord. J Thorac Cardiovasc Surg 1983; 85: 
292-299. 
68 COLON R, FRAIZER O, COOLEY D, MCALLISTER H. Hypothermic 
regional perfusion for protection of spinal cord during periods 
of ischemia. Ann Thorac Surg 1987; 43: 639-643. 
69 UENO T~ ITOI-I T, HIRAHARA K, SAKAI M, NAITOH K. Protection 
against spinal cord ischaemia: one-shot infusion of hypothermic 
solution. Cardiovasc Surg 1994; 2: 374-378. 
70 UENO T, FURUKAWA K, KATAYAMA Y, SUDA H, ITOH T. Spinal 
cord protection: development of a paraplegia-preventive so- 
lution. Ann Thorac Surg 1994; 58: 116-120. 
71 EEHRENBACHER J, McCREADY R, HORMUTH D et al. One-stage 
segmental resection of extensive thoracobdominal aneurysms 
with left-sided heart bypass. J Vasc Surg 1993; 18: 366-371. 
72 SALZANO RP, ELLISON LH, ALTONJI PF, RICHTER J1 DECKERS PJ. 
Regional deep hypothermia of the spinal cord protects against 
ischemic injury during thoracic aortic cross-clamping. Ann Tho- 
rac Surg 1994; 57: 65-71. 
73 WISSELINK W, BECKER M, NGUYEN J, MONEY S, HOLLIER L. 
Protecting the ischemic spinal cord during aortic clamping: the 
influence of selective hypothermia nd spinal cord perfusion 
pressure. J Vasc Surg 1994; 19: 788-796. 
74 BERGUER R, PORTO J, FEDORONKO B, D1KAGOVIC L. Selective deep 
hypothermia of the spinal cord prevents paraplegia fter aortic 
cross-clamping in the dog model. J Vasc Surg 1992; 15: 62-72. 
75 VANICKY I, MARSALA M, GALIK J, MARSALA J. Epidural perfusion 
cooling protection against protracted spinal cord ischemia in 
rabbits. J Neurosurg 1993; 79: 736-741. 
76 MARSALA M, VANICKY I, GALIK J, RADONAK J, KUNDRAT I, 
MARSALA J. Panmyelic epidural cooling protects against isch- 
emic spinal cord damage. J Surg Res 1993) 55: 21-31. 
77 DAVISON J, CAMBRIA R, VIERRA D, COLUMBIA M, KOUSTAS G. 
Epidural cooling for regional spinal cord hypothermia during 
thoracoabdominal aneurysm repair. J Vasc Surg 1994; 20: 304- 
310. 
78 LOPEZ-BRESNAHAN M, CONCERCACO I, DAVISON J, CAMBRIA R. 
Somatosensory evoked potential changes with regional spinal 
cord cooling in patients undergoing thoracoabdominal n- 
eurysm repair. J Electroencephalography Clin Neurophy: (in press). 
79 DUCKER T, HAMIT H. Experimental treatments of acute spinal 
cord injury. J Neurosurg 1969; 30: 693-697. 
80 BRACKEN MB, SHEPARD MJ, COLLINS WF et al. A randomized 
conrolled trial of methylprednisolone or naloxone in the treat- 
ment of acute spinal cord injury. NEJM 1990; 322: 1405-1411. 
81 BRACKEN M, COLLINS WI FREEMAN D et al. Efficacy of methyl- 
prednisolone inacute spinal cord injury. JAMA 1984; 251: 45-52. 
82 LASCI-IINGER J, CUNNINGHAM JJ, COOPER MM, KRIEGER K, NA- 
THAN I, SPENCER FC. Prevention of ischemic spinal cord injury 
following aortic cross-damping: use of corticosteroids. Ann 
Thorac Surg 1984; 38: 500-507. 
83 BRAUGHLER JM, CHASE RL, NEFT GG. A new 21-aminosteroid 
lacking glucocorticoid activity stimulate adrenocorticotropin 
secretion and blocks arachidonic acid release from mouse pitu- 
itary tumor (ART-20) cells. J PharmacoI Exp Ther 1988; 244: 
423-427. 
84 FOWL R, PATTERSON R, GEWIRTZ R, ANDERSON D. Protection 
against postischemic spinal cord injury using a new 21-amino- 
steroid. J Surg Res 1990; 48: 597-600. 
85 MARSALA IV[, SORKIN L, YAKSI-I T. Transient spinal ischemia in 
rat: characterization f spinal cord blood flow, extracellular 
amino acid release, and concurrent histopathological damage. 
J Cereb Blood Flow Metab 1994; 14: 604-614. 
86 EOLLIS Fy MILLER K, SCREMIN O, PETT S, KESSLER R, WERNLY J. 
NMDA receptor blockade and spinal cord ischemia due to 
aortic crossclamping in the rat model. Can J Neurol Sci 1994; 
21: 227-232. 
87 SIMPSON I, CODE T, SCHIFT G et al. Intrathecal magnesium sulfate 
protects the spinal cord from ischemic injury during thoracic 
aortic cross-clamping. Anesthesiology 1994; 81: 1493-1499. 
88 MADDEN K. Effect of gamma-aminobutyric acid modulation on 
neuronal ischemia in rabbits. Stroke 1994; 25: 2271-2275. 
89 MARTINEZ-ARIZALA A, RIGAMONTI D, LONG J, KRAIMER J, HO- 
LADAY J, Effects of NDA receptor antagonists following spinal 
ischemia in the rabbit. Exp Neurol 1990; 108: 232-240. 
90 ROKKAS C, HELl'RICH LRJ, LOBNER D, CHOI D, KOUCHOUKOS N. 
Dextrorphan inhibits the release of excitatory amino acids 
during spinal cord ischemia. Ann Thorae Surg 1994; 58: 312-320. 
91 FADEN A, IACOBS T, SMITH M, ZIVIN J. Naloxone in experimental 
spinal cord ischemia: dose-response tudies. Cur J Pharmacol 
1984; 103: 115-120. 
92 ILDAN E, POLAT S, ONER A et al. Effects of naloxone on sodium- 
and potassium-activated and magnesium-dependent ad- 
enosine-5'-triphosphatase activity and lipid peroxidation and 
early ultrastructural findings after experimental spinal cord 
injury. Neurosurgery 1995; 36: 797-805. 
93 GELBFISH J, PHILLIPS T, ROSE D, WAIT R, CUNNINGHAM JJ. Acute 
spinal cord ischemia: prevention of pa~:aplegia with verapamil. 
Circulation 1986; 74: I5-10. 
94 JOHNSON $1 KRAIMER J, GRAEEER G. Effects of flunarizine on 
neurological recovery and spinal cord blood flow in ex- 
perimental spinal cord ischemia in rabbits. Stroke 1993; 24: 
1547-1553. 
95 POINTILLART V, GENSE D, CROSS C et al. Effects of nimodipine 
Cur J Vasc Endovasc Surg Vol 15, February 1998 
Prevention of Spinal Cord Ischaemia: a Review 109 
on posttraumatic spinal cord ischemia in baboons. J Neurotrauma 
1993; 10: 201-213. 
96 NASLUND T, HOLLIER L, MONEY S, FACUNDUS E, SKENDERIS B. 
Protecting the ischemic spinal cord during aortic clamping. The 
influence of anesthetics and hypothermia. Ann Surg 1992; 215: 
409-416. 
97 NYLANDER WAJ, PLUNKETT RJ, HAMMON JWj, OLDFIELD EH, 
MEACHAM WE Thiopental modification of ischernic spinal cord 
injury in the dog. Ann Thorac Surg 1982; 33: 64-68. 
98 FRANCEL P, LONG B, MALIK J, TRIBBLE C, JANE J, KRON I. Limiting 
ischemic spinal cord injury using a free radical scavenger 21- 
aminosteroid and/or cerebrospinal fluid drainage. J Neurosurg 
1993; 79: 742-751. 
99 REtrrER DG, TACKER WAJ, BABBS CF, BABYLAK SF, VOORHEES 
WDR~ KONRAD PE. Preliminary results of deferoxamine and L1 
treatment of spinal cord ischemia. J Thorac Cardiovasc Surg 1995; 
109: 1017-1019. 
100 LIM K, CONNOLLY M, ROSE D et al. Prevention of reperfusion 
injury of the ischemic spinal cord: use of recombinant super- 
oxide dismutase. Ann Thorac Surg 1986; 42: 282-286. 
101 AGEE JM, FLANAGAN T, BLACKBOURNE LH, KRON IL, TRIBBLE CG. 
Reducing postischemic paraplegia using conjugated superoxide 
dismutase. Ann Thorac Surg 1991; 51: 911-914; discussion 914- 
915. 
102 FORBES A, SLIMP J, WINN R~ MERRIER E. Inhibition of neutrophil 
adhesion does not prevent ischemic spinal cord injury. Ann 
Thorac Surg 1994; 58: 1064-1068. 
103 DELROssI AJ, CERNAIANU AC, CILLEY JHJ et al. Preventive 
effect of Fluosol-DA for paraplegia encountered after surgical 
treatment of the thoracic aorta. Preliminary results in a dog 
model. J Thorac Cardiovasc Surg 1990; 99: 665-669. 
104 MAUGHAN RE, MOHAN C, NATHAN IM et al. Intrathecal per- 
fusion of an oxygenated perfluorocarbon prevents paraplegia 
after aortic occlusion. Ann Thorac Surg 1992; 54: 818-824; dis- 
cussion 824-815. 
105 MAUNEY M, BLACKBOURNE L, LANGENBURG S, BUCHANAN S, 
KRON I, TRIBBLE C. Prevention of spinal cord injury after repair 
of the thoracic or thoracoabdominal aorta. Ann Thorac Surg 
1995; 59: 245-252. 
Accepted 23 July 1997 
Eur J Vasc Endovasc Surg Vol 15, February 1998 
